shows the 27 genes that scored positive at least 27 such genes, among which are mut-16, a mutator three times in the latter experiment. that was previously found but not identified at the The genes were identified by the criterion that their molecular level, ppw-2, a member of the argonaute silencing induces reversion of a Tc1 allele of the muscle family, and several factors that indicate a role for chrogene unc-22. To verify that the reversion is indeed the matin structure in the regulation of transposition.
lencing, and this is certainly an underestimation of the Table 1 ). The revertants that that we find might play a role in stabilizing and guiding the siRNAs involved in transposon silencing and RNAi or were obtained after targeting these genes by RNAi are obviously escapers from this lethal phenotype. Apparspecifically in transposon silencing. We cannot exclude, however, that the function of this class of proteins in ently, targeting these genes by RNAi results in expression levels that do not induce lethality but do establish transposon silencing reflects an indirect role. Table 1C shows the remaining genes. This group intransposition. This suggests that we might have missed essential genes that have a more severe nonviable phecludes mut-16, a mutator that was previously found in genetic screens, but not identified molecularly. MUT-16 notype upon RNAi.
Based on sequence comparisons, we categorized the is involved in transposon silencing, RNAi, and cosuppression. The predicted protein has proline-and gluta-27 predicted proteins involved in transposon silencing in three groups. Table 1A shows a diverse group of mine/asparagines-rich regions and has no apparent orthologs in other systems, except C. briggsae. A transgenes with a mitochondrial function. It is conceivable that transposon silencing is one of the first things to gene containing mut-16 upstream sequences and the mut-16 open reading frame, fused to gfp coding sestop when there is shortage of energy, and therefore (some of) these genes may not be genuine "mutators" quences, shows broad expression, both in the cytoplasm and in nuclei (data not shown). Interestingly, we involved in the mechanism of silencing. The identification of these genes does show that the silencing of also identified ppw-2 as a mutator. PPW-2 is a protein containing a piwi and a PAZ domain and is a homolog transposons requires a healthy energy metabolism. Table 1B 
